A 52-year-old woman presented to the emergency department (ED) of the ARNAS Civico, Di Cristina, Benfratelli, Palermo (Italy) in January, suffering from fluctuating fever for 3 days, up to 39°C, associated with dyspnea/orthopnea and headache followed by vertigo and left hemiplegia. A cranial computed tomography without contrast, performed in the ED, showed focal hypodensity in the putamen of the right hemisphere; ECG showed sinus tachycardia and a posterior-anterior chest X-ray study showed mild signs of pulmonary vasculature congestion. For this reason, the patient was admitted to the internal medicine department with a diagnosis of ischemic stroke and fever.
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Physical examination on admission revealed fever (temperature 38.6°C), tachypnea at rest (32 breaths/min), oxygen saturation of pulse oximetry measurement 83%, blood pressure 120/65 mmHg, pulse rate 110 beats/min, no lower extremity edema or jugular venous distention. Chest auscultation revealed bilateral pulmonary crackles. Cardiac auscultation documented a grade 4/6 pansystolic murmur at the mitral valve area radiated to the left anterior axillary line; for this reason, on the second day of admission, bedside transthoracic echocardiogram (TTE) was performed.
The TEE revealed a giant (4.06 cm maximum diameter), pedunculated, and highly mobile vegetation attached to the atrial surface of the posterior mitral leaflet, prolapsing into the left ventricle during the ventricular diastolic phase and into the left atrium during ventricular systole phase (Fig. 1) .
The infection had evidently broken a chordae tendineae of the mitral subvalvular apparatus with mitral posterior leaflet flail. Consequentially, it caused a severe mitral regurgitation with an anteriorly directed eccentric jet, demonstrated by color Doppler imaging (Fig. 1e) . Given the hemodynamic and embolic risk, the patient was transferred to a surgical center (IsMeTT Hospital), where the valve was removed (Fig. 1f) , and a 25-mm St. Jude mitral prosthesis was implanted. The culture of the surgically resected mitral valve apparatus was positive for Streptococcus agalactiae (SA).
SA is a beta-hemolytic gram-positive bacteria. Only 2-9% cases of Streptococcus agalactiae bacteremia present as endocarditis. The typical patient with SA endocarditis in the pre-antibiotic era was a young pregnant woman with the mitral disease; moreover, adults with significant underlying diseases with impaired immune competence, such as diabetes mellitus, alcoholism, chronic hepatic dysfunction, malignant neoplasms, AIDS, and intravenous drug use, are also prone to be infected by this microorganism [1] .
SA endocarditis is characterized by acute onset, the presence of large vegetations, rapid valvular destruction, and frequent complications. The large size of the vegetations and their friability may explain the high rate of systemic emboli [2] . Moreover, it is believed that the presence of large vegetations and frequent embolic complications do not depend on the duration of the disease, but are attributed to a lack of fibrinolysin in SA vegetations [3] .
Currently, the therapy of SA endocarditis does not involve the use of steroids; furthermore, the use of thrombolytic or anticoagulant therapy in patients with embolic events in the central nervous system is controversial for increasing the risk of intracranial hemorrhage [4] .
Streptococcus agalactiae is a very aggressive disease as demonstrated in the literature review, the overall mortality rate for SA infective endocarditis remains high, even despite the advent of cardiac surgery [5] . 
